Bat Rabies Virus
Variants Causing
Human Rabies

To the Editors:

Willoughby and Hammarin' have
recently discussed human rabies

caused by bat rabies virus variants. They
stated “the colonial species of bats
found in very large numbers under
bridges and in caves in central Texas
have not transmitted rabies to humans.”
The main bat species they are referring
to is the Brazilian (Mexican) free-tailed
bat, Tadarida brasiliensis, and the ra-
bies virus variant associated with this
species is actually second only to the
variant associated with Lasionycteris
noctivagans (silver-haired bat) and Pip-
istrellus subflavus (eastern pipistrelle
bat) as the most common cause of hu-
man rabies in the United States. Since
1990, there have been 7 well-documented
fatal cases of human rabies resulting
from infection with this variant in Texas
(1990), Alabama (1994), California
(1995, 2000 and 2002), Georgia (2000)
and Arkansas (2004).>* The latter case
was an organ donor in Texas, and trans-
mission occurred to 4 transplant recipients
with fatal outcomes.* Although rabies is
very common in big brown bats (Epte-
sicus fuscus), the variant associated with
these bats is a rare cause of fatal human
rabies, and a case occurred in Washing-
ton in 1997.2 Little brown bats (Myotis
lucifugus) belong to the Myotis species,
and variants associated with this genus
have also caused fatal human rabies in
Washington in 19952 and in British Co-
lumbia in 2003.°
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Ptosis as a Presenting
Feature of Bacterial
Meningitis

To the Editors:

Involvement of the cranial nerves as a
presenting feature of bacterial menin-
gitis is rare.' > We report a case present-
ing with total right oculomotor nerve
palsy (OMP) caused by Streptococcus
pneumoniae meningitis.

An 8-month-old boy was brought
to the emergency department of the
Children’s Hospital Medical Center, Te-
hran, Iran, with abrupt onset of ptosis of
the right eye. He had been well until 3
days earlier, when he developed fever
and restlessness. The infant was diag-
nosed at that time as having otitis and
managed as an outpatient with prometh-
azine and oral antibiotics. On the day of
admission, he was afebrile and alert but
appeared ill. The anterior fontanel was
flat. He had a complete right side ptosis
with a dilated pupil that was unrespon-
sive to light. The eyeball deviated later-
ally and inferiorly. A brain computer-
ized tomographic scan revealed no
pathologic findings. Lumbar puncture
was done which showed turbid cerebro-
spinal fluid. The cerebrospinal fluid
smear and culture were positive for S.
pneumoniae, along with 110 white
blood cells/mm® (85% polymorphonu-
clear cells, 15% lymphocytes), 1 mg/
100 mL glucose and 290 mg/100 mL
protein. Intravenous ceftriaxone, vanco-
mycin and dexamethasone were started
without further delay. He developed a
low grade fever for 2 days coupled with
left facial nerve palsy, poor feeding,
several attacks of seizure along with
ptosis and mydriasis on the left side and
a gradual decrease in the level of con-
sciousness leading to coma. A second
brain computerized tomographic scan
confirmed multiple hypodense regions
in the basal ganglia, the thalamus and
the internal capsule. A second lumbar
puncture was performed which showed

a good response to antibiotics with 23
white blood cells/mm?®, 52 mg /100 mL
glucose, 97 mg/100 mL protein and a
negative smear and culture. The clinical
condition of the patient continued to
deteriorate, leading to severe spasticity
and apnea. The infant died 7 days after
the day of admission. Postmortem study
was not permitted by the parents.

OMP can result from intraorbital,
intracranial or systemic infections,” in-
cluding meningitis. Acute bacterial
meningitis is a well-known cause of
acute palsies of either the seventh or the
eighth cranial nerve* but uncommonly
produces acute onset palsy of oculomo-
tor nerve, especially as a presenting
symptom of the disease. In most of the
reported cases for cranial nerve palsy, it
has been a sequela of the infectious
process and not a presenting feature.'

The mechanisms of oculomotor
palsy in this patient could have been the
inflammation around the nerve, but be-
cause of its acute nature a vascular
mechanism (vasculitis or thrombosis of
the small penetrating arteries) may be
the likely cause of this unusual presen-
tation.
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